THE present study was undertaken to confirm the report of Raab, Humphreys, Makous, DeGrandpre, and Gigeel that sodium restriction in hypertensive patients resulted in abolition or significant diminution of the pressor response to norepinephrine. For some years the author has been interested in the mechanism by which sodium limitation lowers the blood pressure in about a quarter to one third of patients with so-called "essential" hypertension. Therefore he was prepared to accept the conclusions of the work above as a possible partial explanation for the phenomenon.
In the studies reported here, 8 hypertensive adults, as well as a normotensive individual who served as a control subject, were studied on an otherwise constant diet before and after marked curtailment of sodium intake under carefully controlled conditions on a metabolic ward. Under these circumstances it was found that the pressor response to norepinephrine after reduction of sodium intake decreased infrequently enough to raise serious doubts whether this may be regarded as an important mechanism by which a low-sodium regimen affects hypertension.
MATERIAL
The pertinent clinical and laboratory data on these 9 patients are summarized in table 1 Q~~~~004.
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RESULTS
The results are summarized in table 3. In columns 4 to 8 the systolic and diastolic pressor responses to norepinephrine are shown, both in absolute (mm. Hg) and relative (per cent of basal pressure) terms. Only 1 patient (C) demonstrated a clear-cut decrease in sensitivity at all dose levels in both systolic (p < .02) and diastolic (p < .05) pressures. Several of the other patients had similar effects, although less constantly (D, L, S). When the pressor responses are projected as percentile increases of the basal pressures (columns 5 and 8), some of the barely significant (p < .05) absolute declines become insignificant or actually suggest enhanced sensitivity (patient H). There appeared to be no clear-cut relationship between change in sensitivity, degree of hypertension, or diminution in basal pressure following NaCl restriction. For instance, patients C and K had roughly comparable disease: C had an insignificant fall in blood pressure after sodium limitation but had a significant decline in pressor response to the drug; K had a significant drop in systolic pressure with an equivocal decrease in pressor response. Patients D and H both had a highly significant drop in pressure with salt restriction; but D had a decreased systolic pressor response and H probably had an in- selected, all of whom responded in the fashion reported by Raab and associates.' The writer, for instance, recently had 7 hypertensive patients on this low sodium regimen, 6 of whom responded with highly significant (p < .01) declines in both systolic and diastolic levels-a fortuitously high number of responses. 3. The control studies in the earlier report apparently were made while the patients were on a more or less unrestricted diet, following which the ricefruit diet was begun, and 10 to 30 days later the effect of sodium withdrawal on norepinephrine sensitivity was tested. Since the ricefruit diet is low both in NaCl as well as in protein,4 metabolic adjustments were required, not only for salt restriction, but for the probably more complex phenomena associated with attaining nitrogen equilibrium at the lowered level of protein intake. It was found by Dole DAHL and co-workers4 that of 6 hypertensive subjects who were studied under metabolic ward conditions for 6 months, only 1 patient-the smallest attained positive nitrogen balance 3 months after going on the rice-fruit diet. Therefore, while the major compensatory reaction to salt restriction may have been completed within the 10 to 30 days following institution of the new diet, it is highly unlikely that the subjects were in positive nitrogen balance. This supposition is rendered likely by the fact that 2 of the 3 patients had steadily declining weights on the rice-fruit diet (weights were not reported in the fourth subject). In the series presently reported, the only dietary change throughout the entire period of study was the withdrawal of the daily sodium chloride supplement of 10 Gm. during the low-sodium phase of the study. While these are offered as possible explanations for the discrepancies between the 2 sets of experimental results, it should be conceded that there may exist other, and more plausible, explanations. It seems fair to conclude, however, that drastic limitation of sodium itself may be, but commonly is not, followed by a decreased pressor response to norepinephrine. 
SUMMARY

